Rheumatoid heart disease has been well recognised since Charcot's original description of rheumatoid pericarditis nearly 100 years ago (Charcot, 1881) . Rheumatoid granulomata affecting the heart were first described in 1941 (Baggenstoss and Rosenberg, 1941) and since then many reports have appeared describing these specific lesions in all parts of the heart. Necropsy studies have shown an 11 per cent frequency of fibrinoid granulomata within the hearts of patients with rheumatoid arthritis (Barker, 1971) , though this is probably an over-estimate arising from case selection. Aortic regurgitation is well recognised in this condition, though, if ankylosing spondylitis is excluded, it is rare, usually haemodynamically insignificant, and contributes little to the overall morbidity (Weintraub and Zvaifler, 1963) . There are several reports of patients requiring aortic valve replacement, but in those cases in which there is adequate clinical and histological information the progression of the regurgitant valve lesion has with one exception been slow (Barker, 1971; Iveson et al., 1975) . These previous reports suggest that the regurgitation has been the result of either aortitis with dilatation of the aortic ring, or fibrosis, contraction, and destruction of the valve leaflets. We report a case of rapidly progressive aortic regurgitation caused by prolapse of leaflets softened and swollen by the rheumatoid process. The postoperative course has been satisfactory with all wounds healing well. He has had no further angina or signs or symptoms of heart failure and has returned home. He has had one further severe exacerbation of arthritis affecting the knees and ankles.
Histological examination of the thickened pericardium showed a chronic inflammatory infiltrate containing many plasma cells. Palisading was present along the surface as seen in a rheumatoid nodule. Sections of the aortic wall were normal. The thickening of the aortic valve cusps was the result of necrotic, partly calcified tissue lying between bands of connective tissue infiltrated by inflammatory cells (Fig. a, b) . Palisading at the junction between normal valve tissue and the necrotic zone was poorly defined. The appearances were not pathognomonic of rheumatoid disease, but no other diagnosis was tenable.
Discussion
Necropsy studies have shown that there are two distinct histological types of rheumatoid heart disease: a non-specific inflammation with fibrosis, and a specific process (Bywaters, 1950; Sokoloff, 1953; Roberts et al., 1968) . The specific lesions are (a) the rheumatoid granulomata which are indistinguishable from the subcutaneous rheumatoid nodule and (b) a pathognomonic granulomatous and non-granulomatous inflammation occurring within a valve leaflet leaving a thin layer of uninvolved valve tissue necrotic material. This is clearly distinct from the valve lesion of rheumatic fever, carcinoid disease, or infective endocarditis (Roberts et al., 1968) . To make a firm diagnosis of rheumatoid heart disease, these specific histological features must be present. Our patient had both the classical rheumatoid involvement of both aortic valve and pericardium.
Operation (Bevans et al., 1954; Weintraub and Zvaifler, 1963;  Bonfiglio and Atwater, 1969; Iveson et al., 1975) . We thank Dr Lyal Watson for permission to report this patient who was under his care.
